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Abstract
titis (CP) and expression of SIgA. Method: The control (CON) group and insulin resistance (IR) group were es-

Objective: To investigate the effects of high-fat diet induced insulin resistance on rat chronic prosta-

tablished according to the experimental requirements. The IR group was established due to 10-week high-fat diet
feed. Glucose and insulin tolerance tests (GTT and ITT) were performed. When two groups of rats were killed,
the microscopy was performed to analyze lecithin density.erythrocyte count and leucocyte count. SIgA mRNA lev-
els of prostate tissue were measured by qPCR. Western-blot analysis was used to determine the protein levels of
The IR group had
higher level of white blood cell and lower level of lecithin bodies. Meanwhile., IR group had higher SIgA mRNA

and protein levels. Conclusion: High-fat diet induced insulin resistance, which may be a high risk factors of CP in

SlgA. Result: Compared with CON group, IR group tended to be insulin resistance obviously.

rat.
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